Inhibition of Ectodermal-Neural Cortex 1 Protects Neural Cells from Apoptosis Induced by Hypoxia and Hypoglycemia.
Ectodermal-neural cortex 1 (Enc1), a member of the KELCH family, is widely expressed in the nervous system and plays an important role in nervous system development. However, the function of Enc1 in neural survival following apoptosis induced by hypoxia and hypoglycemia remains unclear. In this study, we aimed to investigate the role of Enc1 in the cell survival of neurons subjected to apoptosis induced by oxygen-glucose deprivation (OGD) and the potential underlying mechanism. The in vitro cell model of neuron OGD was established by anoxia/hypoglycemic injury. Real-time quantitative PCR and Western blot analyses showed that Enc1 was significantly reduced in neurons under anoxia/hypoglycemic injury. Knockdown of Enc1 by small interfering RNA markedly promoted the survival of neurons under anoxia/hypoglycemia. Moreover, knockdown of Enc1 inhibited neuronal apoptosis. Conversely, overexpression of Enc1 showed the opposite effect. Further, data demonstrated that Enc1 might regulate neuron survival through heme oxygenase-1 (HO-1) and nuclear factor erythroid 2-related factor (Nrf2). Taken together, our study suggests that knockdown of Enc1 protects newborn neurons from apoptosis induced by OGD associated with Nrf2 and HO-1, providing a novel molecular target for the treatment of neonatal apoptosis induced by hypoxia and hypoglycemia brain injury.